We have compared the renal function on admission and discharge of 22 patients routinely admitted to our rheumatology ward. None had previously diagnosed renal failure. Of 11 patients in whom we stopped long term non-steroidal anti-inflammatory drug (NSAID) therapy, all showed a rise in creatinine clearance (Ccr) after three to 28 days. In contrast, a control group comprising 11 similar patients who continued to receive NSAIDs showed. no significant change. Recent work has suggested that it is possible to identify patients at risk of developing nephrotoxic side effects with NSAIDs. Based on these criteria (but excluding age alone as a risk), six patients from the first group and 10 from the second group would have been without risk. We infer from this that asymptomatic, reversible impairment of renal function is common, and that the potential clinical benefit from the use of NSAIDs should be balanced against this predictable toxicity.
dins (PGE2/PGI2) to maximise cortical blood flow.
Administration of NSAIDs to patients dependent on prostaglandins for maintenance of their renal blood flow produces a fall in urinary prostaglandins, with a subsequent reduction in glomerular filtration.3 4 Groups of patients 'at risk' in this respect have been described.5 6 In this group the initial serum creatinine showed a significant fall on withdrawal of NSAIDs (mean (SEM) 103 9 [ trend, which did not reach statistical significance (8-2 (0.86) mmol/I v 6.8 (0-55) mmol/l). All patients showed a rise in Ccr when not receiving NSAIDs (45-6 (5.22) ml/min/1 73 m2 v 68-8 (6.48); p<0001). Individual results are illustrated in Fig. 1 .
Patients varied greatly as might be expected with such a heterogeneous group, and an increment in Ccr (>10%) was first measurable from two to 28 days after withdrawal.
Group two consisted of 11 patients receiving NSAIDs throughout admission (patients 12-22, Table 2 ). Their age range was similar (40-74 years, mean 64.9). The mean interval between assessments was comparable with group 1 (15-8 days) . One patient was diabetic, none received diuretics. There was no significant change in serum creatinine (mean (SEM) on admission 99 5 (7) (8) (9) (10) (11) (12) (13) (14) (15) (16) (17) (18) iimol/l v 100-2 (8.64)), urea (7.2 (0.74) mmol/l v 7-2 (1-07)), or Ccr (54-6 (5.38) ml/min/m2 v 52 5 (6 14)). Individual results are illustrated in Fig. 2 
